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A Case of Primary Amyloidosis Incidentally Diagnosed
through Drug-Induced Jaundice
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A T70-year-old man with primary amyloidosis diagnosed by the liver histology biopsied
under laparoscopy was described. The patient had been taking allopurinol for over 7 years for
gout, and developed jaundice and proteinuria. An iz vitro lymphocyte stimulation test to allo-
purinol was positivie, with 342% of the stimulation index, which suggested drug-induced intra- -
hepatic cholestasis. Jaundice remarkably improved with prednisclone therapy. Soon after the
jaundice had subsided a second liver biopsy was performed. These specimens showed no impro-
vement of amyloid deposition in the liver. In this patient, intralobular accumulation of amyloid
was not so marked as to compress and destroy the liver-cell plates, which further suggested
that the jaundice was derived from drug-induced intrahepatic cholestasis. Shinshu Med. J.,
87 : 869—3875, 1989
i (Received for publication January 18, 1989)
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Table 1 Laboratory findings on admission

Urine TP 6.6 g/dl CRP 8.97 mg/dl
protein (-+)0. 4g/day Alb 3.5 g/dl RA (=)
sugar (=) alb 54.2 % IgG 1,296 mg/dl
urobilinogen N (-+) a, 4.7% IgA 366 mg/dl
bilirubin (3+) o, 9.9% IeM 53 mg/dl
Bence- Jones protein (—) B 141 % AMA (—)

NAG 10.8U/1 7 15.2 % ANF (=)

Feces LE test (=)
occult blood {—) ZTT 2.7 KU CEA 2.2 ng/ml

TTT 1.1 KU AFP 4.0 ng/ml

RBC 396 %X 10*/mm3 T, bil 22,2 mg/dl CA 19-9 218.6 U/ml

HP 12.8 g/dl D. bil 16.9 mg/dl

Ht 37.8 % ALP 1,338 U/1 PPD 2X2 mm

Pit 40. 3x10*/mm? 7-GTP 1,722 U/1 ESR 60/100 mm

WBC 16, 600/mm?® GOT 301 KU
band 7% GPT 174 KU Fishberg test 365 mOsm
seg 67 % LDH 275 U/L 394 mOsm
eosino 1% Amylase 185 Somogyi 443 mOsm
mono 13 % ChE 0.64 ApH PSP 15’ 16 %
lymph 12 % T. chol 394 mg/dl total 56 %

TG 364 mg/dl

Bleeding time 4'00" Fe 148 pg/dl 24hr Ccr 43.1 1/day

Coagulation time  8'30” BUN 25 mg/di

PT 1. 47 Creatinine 1.9 mg/dl T3 39.5 ng/dl

APTT 28.5" Uric acid 6.6 mg/dl T4 7.6 pg/dl

Fibrinogen 575 mg/dl Na 143 mEq/l TSH 2,43 pIU/ml

FDP 220 ng/ml K 5.4 mEq/i ACE 9.0 U/ml

Thrombo test 88 % Cl 107 mEq/1

Hepaplastin test 135 % Ca 10.5 mEq/1 Lymphocyte stimulation

FBS 85 mg/dl test for allopurinol

Bone marrow | 342 Z(before PSL)
NCC - 62, 500/mm? STS (=)

MK 37.5/mm? TPHA (=) Surface markers of
M/E 2,64 HBsAg (—) peripheral lymphocyte
Plasma cell 1.5 % HBsAb (=) OKT3 48 %

Serum HBcAbDb 90.1 % OKT4 29 %

immunoelectrophoresis HBcAb x 200 41.2 % OKTS8 28 %

M-protein (—)

22 3mg/dl FTHFEL, BARDHEE LI, L FREERCIL Disse B, PNRE, SOIRBE 20
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Fig. 1 Computed tomography reveals no
space-occupying lesion in the liver
and no splenomegaly.
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Fig. 2 The first laparoscopy

The dark greenish liver with dull edge and smooth surface is seen, and its

consistency is fairly increased.

Fig. 3 .The first liver biopsy specimen (HE staining, original magnification X 750)
Eosinophilic substance has accumulated diffusely in the portal area, around the
central vein and along the space of Disse.
Fig. 4a Polarized light microscopic findings of the liver specimen stained with Congo
red shows green-yellow birefringence of the accumulated substance, which is a

pathognomonic finding for amyloid deposition. (Original magnification X750 )
Fig. 4b Peroxidase-antiperoxidase (PAP) method using anti-lambda antibody reveals posi-
tive reaction product in the portal area. (Original magnification X1, 500)

Fig. 6 The second laparoscopy

The liver has a sharp edge and shows a waxy appearance with hard and fragile

consistency.

Fig. 7 The second liver biopsy specimen (HE staining, original magniﬁcationx750)
The accumulation pattern of amyloid deposition is almost same as the first, and
the amount of deposition has not improved as compared with the first biopsy.
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Fig. 5 Clinical course of the patient
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